A 40-year-old woman was referred for evaluation of fever, cough, and chest pain. The patient had been entirely well until four months prior to presen tation, when she developed fevers, left-sided chest pain, and a cough productive of minimal amounts of rust-colored sputum . The sputum production cleared ing. She received some benefit from prednisone started at a dose of 10 mg/d, but her symptoms returned shortly after the drug dosage was tapered three weeks later. Her wheezing and cough then responded to inhaled beta-agonists and corticoste roids, but her malaise was so profound that she could not continue to work. The patient's medical history revealed no childhood pneumonia or asthma. She never smoked tobacco or used drugs. A recent PPD test was negative, and she denied exposure to tuberculosis. There was no signif icant travel or occupational exposure history. Physical examination was unremarkable. Labora tory studies revealed an ESR of 40 mm/h (normal, 0 to 20 mm/h), an absolute eosinophil count of 1,288/pJ (normal, <480/pA), and a total IgE level of 272 IU/ml (normal, 10 to 150 IU/ml). Pulmonary function tests and arterial blood gas values were normal . A chest roentgenogram was obtained (Fig 1) .
A 40-year-old woman was referred for evaluation of fever, cough, and chest pain. The patient had been entirely well until four months prior to presen tation, when she developed fevers, left-sided chest pain, and a cough productive of minimal amounts of rust-colored sputum . The sputum production cleared after two days, but the fever persisted. A chest roentgenogram demonstrated a â€oeground-glassâ€• lingu lar infiltrate.
Empiric antibiotic therapy with erythromycin fol lowed by a cephalosporin failed to achieve complete resolution of the patient's symptoms. Two weeks after discontinuation ofthe antibiotics, her cough worsened, and she was seen by a pulmonologist; at this time the lingular infiltrate had resolved, but an ill-defined ing. She received some benefit from prednisone started at a dose of 10 mg/d, but her symptoms returned shortly after the drug dosage was tapered three weeks later. Her wheezing and cough then responded to inhaled beta-agonists and corticoste roids, but her malaise was so profound that she could not continue to work. The patient's medical history revealed no childhood pneumonia or asthma. She never smoked tobacco or used drugs. A recent PPD test was negative, and she denied exposure to tuberculosis. There was no signif icant travel or occupational exposure history. Physical examination was unremarkable. Labora tory studies revealed an ESR of 40 mm/h (normal, 0 to 20 mm/h), an absolute eosinophil count of 1,288/pJ (normal, <480/pA), and a total IgE level of 272 IU/ml (normal, 10 to 150 IU/ml). Pulmonary function tests and arterial blood gas values were normal . A chest roentgenogram was obtained (Fig 1) . Jederlinicandcolleagues.' Ourpatientdemonstrated this classic but far from invariable finding, at least in the left hemithorax (Fig 1) . Jederlinic et al also noted that the radiologic infiltrates were not migratory as reported in some earlier studies, but rather progressed and regressed in one area. The chest roentgenogram is often supportive of the suspected diagnosis of CEP, but in cases in which the clinical picture or the chest roentgenographic findings are not consistent, high resolution computed tomography (HRCT) is very helpful in identifying the peripheral location of the infiltrates.3 Infiltrates may also be identified on HRCT in areas of the lungs that appear spared on chest roentgenogram (Fig 2) . After treatment with corticosteroids, the infiltrates may appear completely resolved on chest roentgeno gram but remain on HRCT (Fig 2) . This helps explain why patients with chronic eosinophilic pneumonia need prolonged therapy with corticosteroids despite rapid improvement in symptoms upon the initiation of treatment.
In the review by Jederlinic and col leagues, â€80 percent of patients had a short-term relapse, and many ofthose were still receiving tapering doses of corticosteroids at the time of relapse.
Some authors feel that the clinical criteria of pe ripheral pulmonary infiltrates, peripheral blood eosin ophilia, and negative cultures for infectious organisms obviate a histologic diagnosis, and recommend a three to five-day therapeutic trial of corticosteroids for the FIGURE 2 presumptive diagnosis of CEP A prompt response to prednisone given at a dose of4O to 60 mg daily argues strongly for CEP Others feel, however, that the differential diagnosis of peripheral infiltrates on chest roentgenogram is broad, including bronchiolitis oblit erans organizing pneumonia, other eosinophilic pneu monias, and sarcoidosis, and therefore feel that lung
